protein leads to super large LDs in the fat body. Extensive studies have indicated that Myb/SANT-like domain is frequently found in chromatin remodelers. Here we provide evidences indicate that this Myb/SANT-like domain-containing protein regulates LDs size via interacting with PZG-NURF complex and plays opposite roles to BAP complex. Our present study provides a new insight of lipid droplet size regulation. Blastomere biopsy (BB) is an essential technique for performing preimplantation genetic diagnosis (PGD), which involves in vitro culture of cleavage-stage embryos and the removal of one/two blastomeres. Although BB is generally considered safe, there is little knowledge about long-term health outcomes in children born after PGD. Previous studies have shown that BB causes increased body weight in mice. Therefore, in this study we investigated the longterm effects of BB on phenotypic traits related to obesity. Mice were obtained following BB (n= 60), following removal and reintroduction of one blastomere (sham-BB controls, n =39) and following in vitro culture only (IVC controls, n =39). Male BB mice displayed increased growth rates during early post-natal life and showed increased body weight in adulthood, compared to sham-BB and IVC mice (P b0,001). Kidneys and liver weights, as well as fat depositions were also increased in BB compared to controls (kidneys P b0,01; liver and fat Pb0,001). Moreover, BB displayed increased food intake (P b0,05) and increased sucrose preference (P b0,01). When provided with a wheel for 25minutes/day, no difference among groups were observed in the time spent running. However, while controls showed significant weight loss after 3 days of physical exercise, BB mice did not (P b0,005). Our data indicate that BB causes imbalance between energy intake and energy expenditure in mice, suggesting that PGD procedures might represent a risk factor for obesity. Metamorphosis is a classic example of developmental transition, which involves important morphological and physiological changes that prepare the organism for the adult life. It has been very well established that amphibian metamorphosis is mainly controlled by the Hypothalamus-Pituitary-Thyroid gland (HPT) axis, but the genetic mechanisms that regulate the timing and the level of activity of the HPT axis remain unknown. Here, we show that the heterochronic gene Lin28 is downregulated during Xenopus laevis metamorphosis. Lin28 overexpression before activation of TH signaling delays metamorphosis and inhibits the expression of TH target genes. The delay in metamorphosis is rescued by incubation with exogenous TH, indicating that Lin28 works upstream of the TH. Highthroughput analyses showed that overexpression of Lin28 reduces transcript levels of several hormones secreted by the pituitary, including the Thyroid-Stimulating Hormone (TSH), and regulates the expression of proteins involved in TH transport, metabolism and signaling, showing that Lin28 disrupts TH function at different levels. We are currently doing experiments to determine direct molecular targets of Lin28 and tissues in which Lin28 exerts its effects during metamorphosis. Our data demonstrates that the role of Lin28 in controlling developmental transitions is evolutionary conserved and establishes a functional interaction between Lin28 and thyroid hormone homeostasis introducing a new regulatory step in perinatal development with implications for our understanding of endocrine disorders.
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